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Gene Expression of Cytokine Pathway, Jak — Stat Signal Pathway and Neuroactive Ligand - receptor Pathway in Patients with Primary
Sjogren’s Syndrome. Wang Fang, Cheng Yongjing, Huang Cibo, Chen Yingjuan, Lai Bei. Department of Rheumatology and Immunolo-
gy, Beijing Hospital, Beijing 100730, China

Abstract Objective This study is to investigate cytokine pathway, Jak — Stat signal pathway, neuroactive ligand — receptor path-
way gene expression pattern of peripheral blood mononuclear cell (PBMC) of primary sjogren syndrome patients. Methods The PBMC
sample of 3 patients with sjogren syndrome and 3 healthy volunteers with consistent age were collected. The total RNAs was extracted from
the PBMC samples, and reverse transcripted in vitro transcription (IVT) , labeled with Cy5/Cy3 and hybridized on the gene chips. After
scanning and data extraction with LuxScan 3.0, differentially expressed genes were analyzed with SAM method. The online tool of mole-
cule analysis system (MAS) was used for biological knowledge mining. Results Statistical difference was calculated between the patient
and control group in the following three pathways: cytokine pathway, Jak — Stat signal pathway, neuroactive ligand — receptor pathway. A-
mong these, genes of IL —2RA, IL - 10 were up — regulated and genes of PF4, GZMA were down — regulated. Conclusion Understand-
ing of differently expressed genes should help us disclose the potential molecular mechanism underlying the development process of patho-
genesis of primary Sjogren’s syndrome. And the research may provide new target therapy for SS.
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